Comment
Autoimmune haemolytic anaemia (AIHA) developing in patients with rheumatoid arthritis (RA) is uncommon, as compared with other systemic connective tissue disorders, such as SLE. The latter was excluded by the presence of a leukocytosis, negative tests for antinuclear factor and LE cells and the development of erosive changes in the joints. This seems to be the first case in which clinical, radiological and serological features of RA developed concurrently with AIHA, suggesting a common 'trigger' producing two autoimmune phenomena.
Livedo reticularis can occur in systemic connective tissue disorders, particularly polyarteritis nodosa; it is also known to occur in AIHA. In this case polyarteritis was excluded by muscle biopsy.
Following low-dose corticosteroid therapy both RA and AIHA have gone into complete remission for eighteen months. During this period she developed posterior subcapsular cataracts which on a low dosage of steroids for a relatively short time is unusual. For example, Furst et al. (1966) reported 7 cases of steroid cataract in which the average duration of treatment was 41 years and the average daily dosage was 12.2 mg prednisolone. REFERENCE Woman aged 49 History: Presented in 1966 with a two-year history of erosive seropositive rheumatoid arthritis. She improved on gold therapy over the next eighteen months but developed a large popliteal cyst in the left knee. An arthrogram showed synovial herniation to the lower calf; this improved after aspiration and intra-articular hydrocortisone injection. She failed to attend for follow up but remained well on aspirin therapy and returned to outpatients on December 8, 1971, having rapidly deteriorated in the previous six weeks. She had been confined to bed for the previous month with painful flexed swollen knees ( Fig IA) and an active polyarthritis and had lost over a stone (6.35 kg) in weight.
Examination revealed that she was anxmic with an intermittent fever 37-38.5°C; she was A .
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A, before and, B, after rupture emaciated and had lymphadenopathy, with splenomegaly 6 cm and hepatomegaly 4 cm, and an active arthropathy involving hands, wrists, shoulders and elbows. The knees were flexed to 90 degrees with bilateral tense, hot, painful popliteal cysts extending to mid-calf. In hospital attempted aspiration of the knees did not yield fluid though the cysts were not aspirated. Twelve days later the right popliteal cyst ruptured spontaneously externally through the skin of the popliteal fossa into the bed releasing about 400 ml of foul-smelling thick brown fluid ( Fig IB) .
As the left popliteal cyst was also about to rupture it was aspirated and 600 ml of similar matter was obtained which grew profuse E. coli on culture. This was the only organism grown from the chronically discharging sinuses which over the next two months drained approximately 3 litres. The lesions eventually healed completely and the flexion deformity of knees responded to light skin traction. Investigations: Hb 6.7 g/100 ml, PCV 2500, MCHC 29%, MCV 80 ,um3, reticulocytes 1.80. WBC 12 500 (normal differential). Platelets 247 000/mm3. ESR 133 mm in 1 hour (Westergren). Vitamin B12 165 pg/ml. Folate 1.3 ng/ml. Serum iron 14 ,tg/ml, total iron-binding capacity Serum protein 5.6, albumin 1.9, globulin 3.7 g/ 100 ml. Electrophoresis: increased a2-and yglobulin with low albumin. Immunoglobulins: IgG 2500 (1300±500), IgA 270 (250±100), IgM 300 (130±50) mg/100 ml. Protein content of synovial fluid of popliteal cysts 5.2 g/100 ml.
Alkaline phosphatase 62 iu/l. , 5-nucleotidase normal. Bromsulphthalein excretion normal. No proteinuria, urine culture sterile. Blood urea 28 mg/100 ml. Creatinine clearance 60 ml/ min. Lymph node biopsy showed lymphoid hyperplasia. Rectal biopsy showed no amyloidosis. Blood cultures negative. DAT repeatedly negative although in 1966 it had been positive in a titre of 1/4090. Antinuclear factor repeatedly positive, titre 1/16. LE cells present on three occasions. Anti-DNA antibodies negative (Dr G R V Hughes). Schirmer's test positive. Treatment and progress: The infected popliteal cysts were treated with cloxacillin and Septrin over a period of ten weeks with complete healing of the sinuses. Light skin traction brought the flexion deformity of her knees from 90 to 15 degrees. Her anamia was probably caused partly by the active rheumatoid disease, infection and folate deficiency, and she has maintained a hemoglobin level of 12 g/100 ml after receiving a 4-unit blood transfusion with folic acid supplement. The serum albumin returned to normal levels with the healing of the infected discharging sinuses and as the rheumatoid disease activity came under control.
Discussion
Since the studies of Dixon & Grant (1964) acute synovial rupture of distended knee-joints, which often mimics deep calf vein thrombosis, has been a well-recognized phenomenon (Good 1964 , Tait et al. 1965 , Hall & Scott 1966 , Perri et al. 1968 . It is often difficult on clinical grounds to differentiate deep vein thrombosis from acute synovial rupture (Hughes & Pridie 1970) , but in our patient the severity of signs and symptoms suggested infection.
The association of septic arthritis and rheumatoid arthritis is well established (Kellgren et al. 1958 , Jessop 1970 , Russell & Ansell 1972 . Infection of popliteal cysts is rare. Hall & Healey (1967) described 4 cases but none of these ruptured. Karten (1969) described 5 cases of pyarthrosis in rheumatoid arthritis, one of which had a spontaneous external rupture of an infected popliteal cyst thought to be associated with previous aspiration introducing infection. Jayson & Dixon (1970) suggested that infected material can pass from the knee-joint into popliteal cysts but not in the reverse direction because of a valve-like communication and this is probably the explanation in this patient.
